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Transient congenital hypothyroidism after topical iodine in
pregnancy and lactation
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SUMMARY A 6 week old girl with transient con-
genital hypothyroidism is described. The hypothy-
roidism was associated with multiple applications of
povidone iodine during pregnancy and lactation.
This case illustrates the potential hazard of using
topical solutions containing iodine during pregnancy
and lactation.

Congenital goiter and, rarely, transient hypothy-
roidism have been reported to occur sporadically in
infants whose mothers received iodides during
pregnancy for a variety of non-thyroid diseases or
hyperthyroidism.

In these cases iodides had generally been taken
orally by the pregnant mother.' 2 A few cases of
congenital transient hypothyroidism secondary to
maternal exposure to procedures using contrast
media that contain iodine have been described.3
We report a case of a prolonged but transient

hypothyroidism without goiter in a girl whose
mother used povidone iodine preparations during
pregnancy and lactation.

Case report

A 6 week old Jewish girl of Ashkenazi origin, the
youngest of five healthy siblings, was referred to our
day care unit because of a low serum total thyroxine
concentration of 3 [tg/dl (normal value >7 ig/dl)
revealed by routine screening for congenital
hypothyroidism. She was born at term after an
uneventful pregnancy and delivery. Her birth weight
was 4000 g. During the pregnancy the mother

washed herself almost daily with a solution of
povidone iodine, which is a complex of iodine and
polyvinylpyrrolidone, which releases free iodine in
solution, with 1% available iodine. She had also
rubbed large areas of her skin with povidone iodine
ointment (1%) because of spreading furunculosis.
These procedures were continued during lactation
until referral.
The mother's aunt and uncle suffered from a

thyroid disorder, the nature of which could not be
elucidated.

Physical examination revealed an infant in good
condition with mild jaundice. Her weight was 5-1
kg, length 54*5 cm, and head circumference 40 cm.
Body temperature was normal. No goiter was
palpable. The face was round with a protruding
tongue. Respiration was noisy but there were no
signs of respiratory distress. The abdomen was large
and the liver was palpated 3 cm below the costal
margin. A large umbilical hernia was present.
Neurological examination yielded normal results,
except for moderately delayed deep tendon reflexes.
Laboratory tests revealed a serum concentration of
free thyroxine 0-4 ng/dl (normal values 0*7-2 ng/dl).
Thyroid stimulating hormone (TSH) was 99 ,uU/ml
(normal value 0-8-5 ,uU/ml). Indirect bilirubin was
5-6 mg% (95 ,umol/1). Thyroid antibodies were
negative in the child and her mother. A thyroid scan
yielded normal results.
A diagnosis of primary hypothyroidism was made

on the basis of raised TSH and decreased thyroxine
concentrations. Treatment with L-thyroxine sodium
was started. On follow up, there was an increase in
thyroxine and a decrease in TSH concentrations
(Table).
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Table Clinical, laboratory, and pertinent therapeutic data in a case of transient congenital hypothyroidism associated with
maternal application of povidone iodine during pregnancy and lactation

Age Weight Length Free Thyroid Treatment with
(months) (kg) (cm) thyroxine stimulating L-thyroxine sodium

(ngldl) hormone (mg)
(pU/ml)

1-5 5-1 54-5 0-4 99 5(/day
2 5-5 56-5 3-5 5-7 50/day
2-75 6-0 59-6 3-4 1-5 25/every two days
5 7-0 62 2-1 1-5 25/every two days
7 8-0 66-5 1-6 3-3 25/every two days
8* - - 1-8 2-7
12 10-8 74 Discharge

*Bone age 6 months (according to Greulich and Pyle).

Growth and psychomotor development were nor-
mal. Treatment was stopped at the age of 7 months.
At 1 year growth and development were normal.

Pertinent clinical and laboratory data are summa-
rised in the Table.

Discussion

Iodide inhibits biosynthesis and secretion of thyroid
hormones if a certain threshold is reached in the
serum.' Iodide readily crosses the placenta.3 Tran-
sient congenital hypothyroidism with or, rarely,
without goiter has been reported to occur sporadi-
cally in infants whose mothers ingested iodides
during pregnancy for asthma or hyperthyroidism. 1 2
Other cases have occurred after various procedures,
such as intravenous pyelography, amniofetography,3
or topical application of iodine solution during
labour or delivery.4 5
To our knowledge no case of transient congenital

hypothyroidism due to topical application of iodine
by the pregnant mother has been reported. Our case
illustrates the potential hazard of topical iodine
during pregnancy. The use of iodides should also be
prohibited during lactation because the iodide is
readily secreted into the milk.'
Impairment of thyroid function due to iodides is

transient. After withdrawal thyroid function returns
to normal within two to six weeks.1 In cases of
congenital hypothyroidism replacement therapy
should be started to avoid brain damage, even if it is
thought that the hormonal impairment might be
transient.

In this instance the mother stopped iodide ap-

plications, and we encouraged the continuation of
breast feeding and began treatment with L-
thyroxine. This treatment should be carefully moni-
tored by clinical and laboratory tests. In previously
reported cases of transient congenital hypothyroid-
ism replacement therapy has been stopped after a
few months, even though thyroid function returns to
normal much earlier. As povidone iodine is a
common topical antiseptic, not always considered by
the mother as a drug, this may explain the aetiology
of cases of transient congenital hypothroidism with
high serum and urine concentrations of iodine that
have been reported.6 Topical iodine products should
be avoided during pregnancy and lactation.
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